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Summary
Lipid bodies (LBs) are intracellular accumulations of neutral lipids surrounded by a single membrane. These organelles are involved in the production of eicosanoids, which modulate immunity by either promoting or dampening inflammatory responses.
Leishmania infantum, the etiological agent of visceral leishmaniasis in Brazil, is an intracellular parasite that causes disease by suppressing macrophage microbicidal responses. C57BL/6 mouse bone marrow-derived macrophages infected with L. infantum 
| MATERIALS AND METHODS
Female C57BL/6 mice (4-6 weeks) were obtained from Charles River.
Studies were approved by The University of Iowa and Iowa City VA Medical Center ACUCs. Isolation of bone marrow cells, differentiation into macrophages and infections were performed as described using LcJ amastigotes (1:5 ratio), a cell line derived from L. infantum (MHOM/BR/00/1669).
9
Samples were fixed, permeabilized and stained as described. 
| RESULTS AND DISCUSSION
Lipid bodies (LBs) consist of a core of neutral lipids such as triacylglycerols and cholesterol esters surrounded by a phospholipid monolayer.
LBs are involved in the storage and metabolism of lipids and through the production of eicosanoids they modulate immune functions. been documented in the host cells as well as in the parasite. 2, 5, 19 We previously demonstrated that LBs of parasite origin increased L. infantum infection through the production of PGE 2 . However, L. infantum infection did not induce LBs in macrophages of BALB/c origin. 9 Herein,
we showed LBs accumulation in infected macrophages from C57BL/6 mice. Together, our results, and those of others, suggest that the particular combination of host and pathogen factors drive LB expression.
We propose a model in which LBs, whether of host or pathogen origin, modulate the outcome of infection.
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